is an important marker of the severity of obstructive diseases and its prognosis. We aimed to comparatively evaluate the pulmonary function of these workers during the exposure to the workplace and after vacation. Additionally, we assessed the impact of smoking status and the presence of atopy. METHODS: The volunteers performed spirometry during the work period and after returning from vacation. Respiratory symptoms and smoking status were assessed though validated questionnaires. Atopy was measured with skin prick tests. Workers with respiratory infections and/or asthma were not included. RESULTS: A total of 67 subjects were evaluated (83.6% were female). The mean age was 40.2 years. The FEV 1 values obtained before and after the vacation were within the normal range. However, we found a significant increase in FEV 1 values obtained after the holidays (p <0.05). There were no significant difference both between smokers (p 5 0.84) and nonsmokers (p 5 0.60). Likewise, there were no significant differences between atopics (p 5 0.69) and nonatopics (p 5 0.72). CONCLUSIONS: Spirometry values were within normal limits at both times of the study, but the significant increase in FEV 1 after vacation suggests that exposure to the workplace might have a deleterious effect in lung function among these workers. We could not demonstrate whether atopy or smoking status would have an impact on lung function in this population. pulmonary health. Glutathione-Stransferase Mu1 (GSTM1) null genotype increases susceptibility to ozone, but its role in wood-smoke response is unknown. METHODS: Healthy volunteers underwent exposure to 500 mg/m 3 woodsmoke for 2 hours with alternating periods of exercise and rest. Induced sputum samples were obtained prior to exposure and 6 and 24 hours after exposure. GSTM1 genotype was determined. Participants were deemed wood-smoke ''responders'' if they experienced a > _ 10% increase in sputum %PMN at 24 hours. A multiple variable regression analysis was performed to identify modifiers of response to wood-smoke. RESULTS: Twenty-seven paired sputum samples were available for analysis. Eighteen of 27 (67%) participants were classified as wood-smoke responders. GSTM1 null status did not predict responder status, but null responders showed a more robust inflammatory response than sufficient responders. Among all subjects, GSTM1 null status was associated with on average a 15% greater increase in sputum %PMN following exposure [b5 15.34 (6.04), 95% CI (3.51, 27.17), p50.01]. Higher baseline sputum TH1 cytokines (IL-1b, IL-6, IL-8 and TNF-a) was associated with greater inflammatory response to wood-smoke, while sex and body mass index were not significant response modifiers. CONCLUSIONS: Our findings suggest that humans are not equally susceptible to the effects of wood-smoke and that GSTM1 genotype and other factors may impact response. This model will be used to study the efficacy of prophylactic anti-inflammatory treatments in susceptible individuals.
